The miR-378c-Samd1 Circuit Promotes Phenotypic Modulation of Vascular
Smooth Muscle Cells and Foam Cells Formation in Atherosclerosis Lesions
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Supplemental figure legends

Figure S1. Association of blood vessel lesions with FBG, HDL, LDL and TC

FBG, fasting blood glucose; HDL, high-density lipoprotein; LDL, low-density
lipoprotein; TC, total cholesterol.

Figure S2. Samd1 knockdown by shRNAs

Western blot analysis of Samdl knock down efficiency in VSMCs. B-actin serves as

a loading control.

Figure S3. Prediction of Samd1 as a transcriptional repressor

(A) The mutational sensitivity analysis by SuSPect. Distribution of SuSPect for highly
sensitive (red) and neutral (blue) Amino Acid Variant (SAV) in the Samd1 predicted
domain.

(B) Samdl1 predicted binding partners obtained, visualized, and modified by STRING
v10.

Figure S4. Samd1 facilitates LDL oxidation and foam cell formation
(A) TMHMM analysis showing outside membrane distribution of Samd1

(B) VSMCs stimulated with PDGF-BB were further transfected with Samd1 shRNA
or NTC and culture with LDL, supernatants were collected and adding to mouse bone-
marrow-derived macrophages (BMDM) to induce foam cells formation. Secretion of
TNF-o and IL-6 were analyzed. Data were presented as mean £ SD. *P < 0.05 as
compared PDGF-treated NTC group.

(C) VSMCs treated with PDGF-BB and miR-378c¢ inhibitor were further transfected
with Samd1 shRNA or NTC and cultured with LDL, supernatants were collected and
added to mouse bone-marrow-derived macrophages (BMDM) to induce foam cells
formation. Secretion of TNF-a and IL-6 were analyzed. Data were presented as mean
+ SD. *P < 0.05 as compared between the indicated group.

Table legends



Table 1. MicroRNA array. human artery with plaques versus normal coronary
artery

Table 2. MicroRNAs that were significantly up-regulated and down-regulated in
artery with plaques

Table 3. Threading template identification for Samdl using profile-profile
alignments by Phyre2

Table 4. Nucleotide Sequence of Primers Used for qRT-PCR

Table 5. Clinical human specimen information
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Figure S1. Association of blood vessel lesions with FBG, HDL, LDL and TC



Figure S2. Samd1 knockdown by shRNAs
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Predicted Functional Partners

Predicted Partners Function

L3MBTL3 maintain the transcriptionally repressive state
of genes

MSL1 Component of histone acetyltransferase

complex responsible for the majority of
histone H4 acetylation at 'Lys-16’ (H4K16ac)
which is implicated in the formation of higher-
order chromatin structure.

RNF222 Ring finger protein
PRMT2 Protein arginine N-methyltransferase 2
ELP3 Elongator complex protein 3; Catalytic

histone acetyltransferase subunit of the RNA
polymerase Il elongator complex, which is a
component of the RNA polymerase 1l (Pol 11)
holoenzyme and is involved in transcriptional
elongation.

EPC1 Enhancer of polycomb homolog 1;
Component of the NuA4 histone
acetyltransferase (HAT) complex which is
involved in transcriptional activation of select
genes principally by acetylation of
nucleosomal histones H4 and H2A

EPC2 Enhancer of polycomb homolog2; May play a
role in transcription or DNA repair

Figure S3. Prediction of Samd1 as atranscriptional repressor
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Figure S4. Samd1 facilitates LDL oxidation and foam cell formation
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Figure 4-5. uncropped, unedited
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Figure 6. uncropped, unedited
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